F i g u r e 1 . T 1 -we i g h t e d MRI o f c a s e s 1 -5 . ( A) Ca s e 1 : A s ma l l r e g i o n o f h y p e r i n t e n s i t y wa s o bs e r v e d i n t h e r i g h t c a u d a t e n u c l e u s . ( B ) Ca s e 2 : T 1 -we i g h t e d i ma g e r e v e a l e d h y p e r i n t e n s i t y i n t h e l e f t p u t a me n a n d g l o b u s p a l l i d u s , a l t h o u g h t h e c a u d a t e n u c l e u s wa s u n r e ma r k a b l e . ( C) Ca s e 3 : T 1 -we i g h t e d i ma g e d e mo n s t r a t e d i n c r e a s e d s i g n a l i n t h e h e a d o f t h e r i g h t c a u d a t e . ( D) Ca s e 4 : T 1 -we i g h t e d i ma g e r e v e a l e d a h y p e r i n t e n s e l e s i o n i n c l u d i n g t h e e n t i r e r i g h t s t r i a t u m ( p u t a me n , g l o b u s p a l l i d u s , a n d h e a d o f t h e c a u d a t e ) . T h e l a t e r a l s e g me n t o f t h e c o n t r a l a t e r a l g l o b u s p a l l i d u s wa s a l s o s l i g h t l y h y p e r i n t e n s e . ( E ) Ca s e 5 : T 1 -we i g h t e d i ma g e r e v e a l e d a h y p e r i n t e n s e , s wo l l e n , mo t t l e d l es i o n o c c u p y i n g t h e e n t i r e r i g h t s t r i a t u m. be normal in hemichorea-hemiballismus with hyperglycemia (16). Proton MR spectroscopy (MRS) at 1.5T revealed a decreased N-acetylaspartate (NAA)/creatine (Cr) ratio and increased choline (Cho)/Cr ratio in the diseased basal ganglia
. The low NAA/Cr ratio suggests neuronal loss or damage, while the high Cho/Cr ratio indicates gliosis. A lactate peak was noted for eight of nine patients, suggesting mild ischemia (18) . The only PET study performed on this syndrome revealed a markedly reduced rate of cerebral glucose metabolism in the corresponding lesions on T1-weighted MRI (13) , providing direct evidence of regional metabolic failure.
Only a few patients with this syndrome have undergone postmortem pathological studies (19) or biopsies (17, 20) (Fig.2A, B, C) . Macrophage invasion was also conspicuous with modest infiltration of lymphocytes, as identified by immunohistochemical markers (Fig.2D, E (Fig. 3A) . The high intensity on T1 images in the striatum was unchanged after ten days, though the extent of the lesion was less on fat-suppression T1-weighted MRI (Fig. 3B) . The outer margin of the putamen was low in signal intensity on gradient-echo T2 * -weighted images (Fig. 3C, arrow) (Fig. 3D) . 
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F i g u r e 2 . B i o p s y o f t h e r i g h t s t r i a t u m i n c a s e 5 . He ma t o x y l i n a n d E o s i n s t a i n i n g ( A, B , C) . I mmun o s t a i n i n g u s i n g s p e c i f i c a n t i b o d i e s t o l e u k o c y t e c o mmo n a n t i g e n ( D) , l y s o z y me ( E ) , a n d f a c t o r VI I I ( F ) . A l o w-p o we r v i e w o f t h e s t r i a t a l s p e c i me n r e v e a l e d p a t c h y , n e c r o t i c , e d e ma t o u s b r a i n t i ss u e c o n t a i n i n g s e v e r a l v e s s e l s wi t h l u me n s n a r r o we d o r o b l i t e r a t e d b y t h i c k e n e d v a s c u l a r wa l l s ( A) . Hi g h e r ma g n i f i c a t i o n o f ( A) s h o we d a n o b l i t e r a t e d a r t e r i o l a r l u me n , ma r k e d l y t h i c k e n e d med i a wi t h h y a l i n e c h a n g e , f o c a l c e l l i n f i l t r a t i o n , r e d b l o o d c e l l e x t r a v a s a t i o n ( B ) , a n d r e ma r k a b l e p r o l i f e r a t i o n o f s ma l l b l o o d v e s s e l s , wh i c h a l s o h a d n a r r o we d l u me n s ( C) . L y mp h o c y t i c i n f i l t r a t i o n ( D) a n d ma c r o p h a g e i n v a s i o n ( E ) a r e c o n s p i c u o u s . F a c t o r VI I I i mmu n o s t a i n i n g r e v e a l e d ma r k e d c a p i l l a r y p r o l i f e r a t i o n a n d n e o v a s c u l a r f o r ma t i o n ( F ) .
GEMSGEMS) were positioned bilaterally in the basal ganglia of the patient two weeks after onset. MRS of the left striatum revealed a NAA/
F i g u r e 3 . Ne u r o i ma g i n g f i n d i n g s f o r c a s e 6 . ( A) At 1 0 d a y s a f t e r o n s e t , a T 1 -we i g h t e d i ma g e s h o we d a c i r c u ms c r i b e d r e g i o n o f h y p e r i n t e n s i t y i n t h e l e f t p u t a me n a n d c a u d a t e n u c l e u s , wi t h s p a r i n g o f t h e i n t e r n a l c a p s u l e . ( B ) At 1 0 d a y s a f t e r o n s e t , o n a T 1 f a t -s u p p r e s s i o n i ma g e , t h e e xt e n t o f s t r i a t a l h y p e r i n t e n s i t y wa s l e s s t h a n t h a t o n T 1 i ma g e s . ( C) At 1 0 d a y s a f t e r o n s e t , a g r a d i e n t -e c h o T 2 * -we i g h t e d s e q u e n c e r e v e a l e d a l i n e a r r e g i o n o f l o w s i g n a l i n t e n s i t y i n t h e l a t e r a l p a r t o f t h e p u t a me n ( a r r o w) . ( D) At 3 we e k s a f t e r o n s e t , P E T r e v e a l e d d e c r e a s e d a c c u mu l a t i o n o f F DG i n t h e l e f t s t r i a t u m. ( E ) L o c a t i o n o f v o x e l s a n d b i l a t e r a l a b n o r ma l i t y o n MRS . At 2 we e k s a ft e r o n s e t , t h e s p e c t r u m r e v e a l e d 1 ) a H2 O p e a k , 2 ) a my o i n o s i t o l p e a k , 3 ) a Ch o p e a k , 4 ) a Cr p e a k , a n d 5 ) a NAA p e a k . T h e s p e c t r u m f o r t h e v o x e l i n t h e l e f t s t r i a t u m r e v e a l e d a l o w NAA/ Cr r a t i o ( 1 . 3 5 ) , n o r ma l Ch o / Cr r a t i o ( 1 . 2 2 ) , a n d a my o i n o s i t o l p e a k ( a r r o w) , wh i l e t h e s p e c t r u m f o r t h e v o x e l i n t h e r i g h t s t r i a t u m r e v e a l e d a l o w NAA/ Cr r a t i o ( 1 . 4 8 ) , a n d a r e l a t i v e l y h i g h Ch o / Cr r a t i o ( 1 . 3 2 ) , b u t n o my o i n o s i t o l p e a k .
also have episodes of ketotic hyperglycemia (21, 22) .
Five of the present six patients exhibited hemichorea. Notably, numbness (cases 2 and 4) and weakness (cases 3 and 6) appeared prior to the development of chorea, suggesting that chorea is sometimes a delayed clinical manifestation of the contralateral striatal lesion.
Only a few patients with this syndrome have undergone postmortem pathological studies (19) or biopsies (17, 20 (29) . The linear low signal intensity on T2 * sequences in the lateral part of the putamen suggests evolution of petechial hemorrhage with hemosiderin deposition (8, 14, 15) . Decreased isotope accumulation in the striatum on FDG PET is suggestive of regional metabolic failure (13) .
The (15, 17, 18) . Similar to previous studies (15, 17, 18) , the low NAA/Cr ratio in the diseased striatum suggests neuronal loss or damage. The low NAA/Cr ratio and relatively high Cho/Cr ratio in the contralateral striatum suggest that it is functionally impaired, although normal by neuroimaging criteria. Moreover, the presence of myoinositol suggests the possibility of functional impairment of the sorbitol pathway in the striatum (34, 35) , and thus also suggests the existence of a pathogenetic mechanism common to diabetic neuropathy and striatopathy. As is the case with diabetic neuropathy and retinopathy, the striatopathy described here does not necessarily occur in individuals with poorly controlled diabetes, although the determinants of its vulnerability remain elusive.
Therefore, we propose here that the combination of striatal hyperintensity on T1-weighted MRI and contralateral sensory-motor signs and symptoms or movement disorders in diabetic patients be termed "diabetic striatopathy," a microangiopathic CNS lesion confined to the corpus striatum.
